INTRODUCTION
Since the introduction of sodium thiopentone in 1934 as a barbiturate intravenous induction agent, very few cases of prime drug reaction to this agent have been reported. Clark and Cockburn (1971) were able only to cite six references after an exhaustive search. Considering the extensive use of this drug, it is a little surprising that so few cases have been brought to light. This may be due to a genuine rarity of thiopentone anaphylaxis, cases misdiagnosed or unrecognized (Currie 1970) , or as seems most likely, a lack of pUblication of cases. Within the last six months two cases of thiopentone anaphylaxis have occurred at this hospital, where an annual average of 7,500 general anaesthetics are administered, the great majority induced with sodium thiopentone.
In an effort to stimulate other anaesthetists to publish their isolated cases, I report these cases.
CASE REPORTS
A 38-year-old fit woman weighing 60 kg was admitted for investigation of headaches, dizziness and positive Rombergism. She had had three previous uneventful operations, for tonsils and adenoids as a child, and an appendicectomy and ovarian cystectomy within the last four years. The patient gave a history of allergy to penicillin (skin rash) and aspirin (profound neck swelling-probably angioneurotic oedema).
The patient was to have a bilateral common carotid angiogram and was premedicated with atropine 0·6 mg and pethidine 50 mg I.M.I. 45 minutes prior to induction. On arrival in the radiology department, she was drowsy but otherwise satisfactory with a blood pressure of 110(70.
Induction consisted of 250 mg 2t per cent thiopentone followed by 75 mg suxamethonium. There were no muscle fasciculations, but on laryngoscopy the cords were found to be relaxed and she was intubated with an 8 mm cuffed Magill endotracheal tube. Nitrous oxide and oxygen plus 0·5 per cent fluothane were commenced, but manual ventilation was found to be impossible. Assuming the endotracheal tube to be completely occluded, another 8-mm tube was immediately substituted with no better result. The patient was by this time cyanosed and all gases were stopped except oxygen, 8 litres per minute. . N~ brachial or radial pulses were palpable III eIther arm and no blood pressure was recordable. The periphery was noted to be warm with dilated veins and thus an intravenous infusion was easily set up. The carotid pulsations were good, and a tachycardia of 140 beats per minute was present, while the pupils were central and constricted. Spontaneous ventilation commenced approximately two minutes after induction, and on auscultation the chest sounded clear with moderate air entry.
Treatment instituted consisted of Hartmann's solution, 2 litres in 90 minutes, intravenous dexamethasone 8 mg, and methoxamine 20 mg over 45 minutes in 4 mg X 5 doses, with very little effec~.
The cyanosis was slow to disappear despIte apparently good ventilation on 100% oxygen, and left the patient a " lobster red". No blood glases were available but chest X-ray was clear. There was delayed recovery of consciousness, the patient being just rousable in two hours, and fully awake in five hours. When she did awake, she complained of retrosternal and low abdominal pain that lasted eight hours. The ECG two hours after induction showed a nonspecific ST segment change that returned to normal 12 hours later. Liver function tests and serum enzymes three hours after induction were within normal limits.
A subsequent pneumoencephalogram five days later using intramuscular atropine and pethidine and intravenous diazepam and sublimaze produced no adverse reactions and no neuroradiological abnormality.
Case 2
A healthy 31-year-old female weighing 61·4 kg presented with recurrent cystitis and cervicitis and was admitted for cystoscopy. She had Anaesthesia and Intensive Care, Vol. I, No. 1, .iugust, 1972 G IA~ P. CI\SWORTH had three previous uneventful operations: tonsils and adenoids as a child; repair of a hare-lip aged 15; and dilatation and curettage six years ago. She gave a history of " allergy" to sulphonamides.
This lady was premedicated with pethidine 100 mg and hyoscine 0·4 mg one hour prior to theatre. On arrival, she was drowsy but otherwise well. Induction consisted of thiopentone 300 mg, decamethonium 5 mg, following which it was found impossible to ventilate the patient by mask. Deep cyanosis was noted. She was intubated with an 8 mm cuffed Magill endotracheal tube and manually ventilated with 100% oxygen. Ventilation was moderately easy to achieve but no clearing of cvanosis occurred and endotracheal suction was -unrewarding.
The peripheral pulses were absent but the carotids present with a tachycardia of 130-150. The blood pressure was unrecordable and the pupils constricted. The chest was clear on auscultation with reasonable air entry.
Treatment was intravenous fluids, Hartmann's solution It litres in 60 minutes, dexamethasone 8 mg repeated 30 minutes later, aramine 2 mg repeated for three doses at 15-minute intervals. Arterial blood gases 30 minutes after induction while on pure oxygen gave results of P0 2 52 mm Hg, PC0 2 46 mm Hg, O 2 saturation 77%, pH7·17, base deficit 12·8mE/I. The patient W3-S given 200 mE/I. sodium bicarbonate over the following 20 minutes. Chest X-rays one hour and five hours after induction were clear, and ECG one hour after induction showed sinus tachycardia.
Progress was slow; the cyanosis disappeared 90 minutes after induction while breathing 100% oxygen. The patient's skin was a bright pink, with an exaggerated response to stroking. There was also oedema of the fingers and hands. The blood pressure was first recordable with the radial pulse two hours after induction, and at this time she first became responsive to vocal stimuli. Full consciousness returned four hours after induction, with blood pressure back to normal and skin colour normal, with no complaints from the patient other than slightly swollen fingers. COMMENT Both these cases appear to conform to probable thiopentone anaphylaxis from the description of other cases in world literature (Hayward and Kiester 1957 , Kivalo et al. 1960 , Strunk 1962 , Currie 1966 , Carrie and Buchanan 1967 , Anderton and Hopton 1968 , Clark and Cockburn 1971 .
Skin testing by intradermal dilution or intravenous challenge with incremental doses of the suspect drug was considered, but as one of the positive reactions may be a profound systemic effect it was thought the risk did not justify the value of confirmation of anaphylaxis. The diagnosis of an anaphylactoid state was accepted on clinical grounds, and consequently both patients were warned against barbiturate administration hy anv route.
Both were permanently to \vear engraved bracelets, and the general practitioners and husbands of both were also warned about the condition.
Future operations requiring general anaesthesia pose little problem as propanidid or diazepam may be used for intravenous induction and gallamine or alcuronium, with perhaps less histamine-releasing potential than d-tubocurarine, would provide muscle relaxation if requirffi.
An excellent summan· of anaphylactic manifestations to anaesthetic drugs is given by Currie (1970) , in which he states that it is essential to record findings in all suspected cases of severe allergic reactions.
From personal communications, it would appear that several cases of thiopentone anaphylaxis have occurred in this citv alone, and it would be of undoubted help and interest to other anaesthetists to have details reported.
